ischaemia (Fig. 3) . The sections stained with haemalum and eosin showed only eosinophilia.
The main features of each case are seen in the Table. Of the 2I patients, 13 died of intracranial haemorrhage or infarction, 3 of tumour, 2 of head injury, i of encephalitis, i of pulmonary embolism following a thalamotomy, and the other of obstructive hydrocephalus.
FI G. I Case 2. Section of heart muscle from a woman of 48 years who died with a ruptured cerebral aneurysm. Note the transverse bands of coagulated sarcoplasm and the denser areas offuchsinophilia. (Cresyl violet-acid (Szakacs and Cannon, I958) . It is known that the sudden injection of small quantities of air into the lateral cerebral ventricles of rabbits will cause heart lesions (Shkhvatsabaia, I96I (Connor, I968) . This period of time has been calculated from a study of the clinical notes. If a patient died without regaining consciousness after a cerebrovascular accident, the time was measured from the onset; if, however, he regained consciousness and had a second haemorrhage, or had an aneurysm clipped, and died without regaining consciousness, the second event was taken as the terminal one. The average survival period for this series was 2-8 days compared with 6 days in the cases with myocytolysis. This suggests that the changes of focal myocytolysis need time to develop, as do the changes of myocardial infarction (Mallory, White, I939) . The damage to the hearts included in this series is of such a degree that it is probably not reversible, though there is no reason to suppose that it need have been fatal.
The prevention of such damage is a matter of clinical trial. There is a possibility that reserpine will be successful in man, as it has been in animals (Eichbaum and Bissetti, I966) . This drug certainly causes a lowering of the blood pressure in patients who have had strokes (Leonberg, Green, and Elliott, I964) . These patients appear to be more sensitive to the drug than ordinary hypertensive patients, suggesting that the hypertension in some may be due to an excess of catecholamines. Dibenamine is another drug which has prevented cardiac lesions due to catecholamines in animals (Mehes, Papp, and Rajkovits, I967) , and may succeed in man. 'Chemical denervation' of the heart with atropine and propranolol (Valero, I968) is another possible means of preventing such damage.
It is important to prevent this heart damage occurring as it may cause the sudden unexpected death of the patient, as in Case 9. It may also cause circulatory failure and cerebral hypoxia and lead to worsening of the existing brain damage.
The heart lesions which are secondary to brain damage may also be of importance in heart transplants. Focal myocytolysis (Connor, I968) and the lesions shown in Fig. i 
